Introduction
One definition of atypical depression has emphasized the reversed vegetative symptoms (hypersomnia and hyperphagia) (Aarons et al 1985) in the context of a nonendogenous (or mood reactive) depressive state (Ravaris et al 1980) . This clinical picture overlaps with Seasonal Affective Disorder (SAD) (Rosenthal et ai 1984) , which is a syndrome of recurrent depressions associated with fatigue, hypersomnia, hyperphagia, carbohydrate craving, weight gain, and interpersonal difficulties. Whether the two conditions are variants of a common underlying disorder is unclear although, based on the lack of response to phototherapy in eight atypical depressive patients, Stewart et al (1990) have suggested that atypical depression and SAD are separate disorders. A comparison of seasonality in several clinical populations and normals (Hardin et al 1991) showed that patients with SAD, subsyndromal SAD, and eating disorders had significantly higher seasonality scores than bipolar disorder, major depression (including a subset of atypical depressives), and normals.
Clinically we noted that although atypical depressives may not meet specific criteria for SAD (especially the seasonal onset and remission), many of them exhibit a seasonal pattern of severity comparable to the SAD patients. In the present study we examined whether patients with mood-reactive atypical depression (Q~itkin et el 1984) demonstrate a seasonal pattern in their mood-related symptoms, and if atypical depressives with and without a seasonal pattern differ on demographic or clinical features.
Method
The sample consisted of 30 (26 women, 4 men) patients with Major Depressive Disorder (n = 28) or Dysthymia (n = 2) along with atypical depressive symptoms who were sought for a drug treatment study. Subjects included (1) outpatients from the University of Michigan Hospital Depression Program clinic, and (2) responders to newspaper advertisements run continuously between January and December 1990. Patients from the two sources did not differ on demographics or depression severity measures. All patients were drug-free for 2 weeks and met the Columbia criteria for atypical depression (Quitkin et ai 1984) . Patients with nondepressive DSM-III-R diagnoses (e.g., substance abuse or dependence) or definite bipolar disorder were excluded. Prior to any treatment, patients completed the Symptom CheckList (SCL-90) (Derogatis et al 1977) , and the Seasonal Pattern Assessment Questionnaire (SPAQ) (Rosenthal et al 1984) . The SPAQ inquires about seasonal changes in sleep lcngSa, social activity, mood, appetite, weight, and energy level, which are rated from 0 (no change) to 4 (extreme change). The item scores add up to a general seasonality score ranging from 0 to 24. A score of 10 or more classifies a definite seasonal pattern, whereas scores of 8-9 indicate a subsyn-dromal SAD pattern (Kasper et al 1989) . Scores of 7 or less are common in nonSAD populations. Severity of depressive symptoms was rated on '&e 17-item Hamilton Rating Scale for Depression (HRSD) (Hamilton 1967) by raters blind to the SPAQ data. Atypical depressive symptoms were scored on the Columbia scale.
Results
The general seasonality score (GSS) in our sample ranged from between 2 to 18 (mean -+ SD = 11.2 +-5.1, 95% confidence limits -9.3-13.2). Nineteen subjects (63%) had a GSS ~10(mean -SD ffi 13.8 -+ 2.1), two patients (7%) had a GSS of 8-9 (mean -SD = 7.5 -0.7), whereas 9 (30%) had a score of ~<7 (mean +-SD -4.5 _+ 1.7). Comparisons were made between two groups divided by the cutoff of 10 (Table 1) . Those with a seasonal pattern had marked seasonal variations in their mood, sleep, appetite and energy levels, with the fall and winter being the worst times. The groups did not differ for demographic data, the severity of depression or any of the SCL-90 dimensional scores. Interestingly, the seasonal atypicals had significantly lower body weight than the nonseasonals. Response to drug t~atment with fluoxetine or phenelzine was not related to seasonality scores (Pande et al 1991) .
Discussion
This study found a high seasonality sc~re ;_~ e,.,er half the patients with mood-reactive atypical depression. T~e seasonal atypicals did not differ on demographic or symptom measures from the nonseasonal patients. Patients sampled at different times of year reported similar levels of seasonality. The most pronounced annual variations reported were in mood, sleep, appetite, and energy, much in the same manner as for SAD with a winter pattern. However, all of our patients had a chronic course ,~f th¢ir depressive illness, which is unlike SAD.
Our findings contradict the suggestion by Stewart et al (1990) that SAD and atypical depression are separate entities. Their conclusion was based on the nonresponse to light therapy in eight atypical depressives withou~ a seasonal pattern. Our patients were treated with antidepressant medication, hence we cannot say if phototherapy may have been effective. The deliberate exclusion by Stewart et al of patients with a seasonal pattern may have excluded atypical depressive patients who may be responsive Table I to bright-light treatment even though they do not meet specific SAD criteria. Inclusion of atypical depressives with and without a seasonal pattern in phototherapy protocols would be necessary to establish the differential efficscy of phototherapy in this illness. Furthermore, if treatment response is to serve as a validating criterion, a more informative design may be a randomized comparison of monoamine oxidase inhibite:'s, fluoxetine, phototherapy, and perhaps cognitive therapy in a consecutive series of atypical depressives stratified by the presence or absence of a self-reported seasonal pattern. The finding of lower-body weight in seasonal atypicals remains unexplained. Because many of the patients struck u~ clinically as being greatly preoccupied with appetite and weight concerns, we wondered about ,bsessive over-reporting. However, their score on the Obsessive-Compulsive dimension of the SCL-90 was similar to that of the nonseasonals. Other explanations may exist for this finding, for example, ~,at seasonal atypicals may have greater weight fluctuations annually than nonseasonal atypicals. The latter group by virtue of chronic atypical depressive symptoms of unchanging severity" may approach morbid obesity. Whether distinct metabolic differences exist between the seasonal and nonseasonal atypicals must remain an open question.
Other validating strategies to dellineate the relationship between atypical depressi¢~1 and SAD include family history study anc~ longitudinal follow-up study, both of which we an; currently pursuing.
